Background: Autoimmune hepatitis (AIH) is a hepatocyte injury characterized by a dis-regulated immune system, inflammation of the liver with interface hepatitis, serum antibodies and elevated gamma-globulins. Currently, it exists 2 mainly types on autoimmune hepatitis, based on the presentation of their autoantibodies: type 1 and 2. Type 1 is the one of interest in this review. Autoimmune hepatitis type 1 is an indolent inflammatory disease mediated by abnormal autoimmune reaction, commonly seeing in women (4:1), with no preference of age, however typically present in 4th and 6th decade's individuals, and a good response to immunosuppressive therapy. Autoimmune hepatitis is known to present not specific symptoms which can go from inexistent to fulminant or exacerbate presentation. The incidence of autoimmune hepatitis in western country is 1/5000 -1/10,000. Although the detection rate of AIH increasing, especially in China, autoimmune hepatitis diagnosis and treatment remain challenging. Most AIH case do not present pathognomonic biomarkers, however the diagnostic has to considerate other features, which had been codified into validated diagnosis scoring systems. Regarding the treatment, based on prior literature autoimmune hepatitis is mostly sensitive to prednisone or azathioprine, however the use of other immunosuppressive agent or event their combination had offer distinct advantages. Autoimmune hepatitis presents a great life threatening disorder especially because of the delay in the early stage on the disease, the not specific presentations, and the large overlap syndrome associate with it. A deep knowledge in its identification, specific diagnostic criteria, and its therapeutic strategy is much needed. Conclusion: Autoimmune hepatitis is a systemic disease that is difficult to recognize because of its variable clinical presentation and histological features that are not strictly specific. Several new autoantibodies as well as recently simplified diagnostic criteria may allow the primary care physician to progress in the diagnostic process. This is all the more important as undiagnosed and therefore 
Introduction
Autoimmune hepatitis firstly described by Waldenström and Kunkel in the 1950s, inherited a variety of nomenclature, including chronic active hepatitis, cirrhosis of young women and plasma cell hepatitis [1] . In 1959, Mc Kay again used the term of lupoid hepatitis to characterize this disease, which shares clinical and biological similarities with systemic lupus erythematosus, but with an initial and predominant liver injury. Autoimmune hepatitis is a chronic inflammatory disease that can occur at any age, in both sexes of all ethnic origins, but which more readily affects women (F:M ratio of 3.6:1). Its prevalence is estimated at 10 -17/100,000 in Europe [2] . Along with primary biliary cirrhosis (PBC) and primary sclerosing cholangitis (PSC), AIH is an autoimmune liver disease. It is essential to know how to differentiate AIH from other chronic hepatitis because a treatment immunosuppressant is often effective. In the absence of treatment, it has a relatively poor prognosis with a survival that hardly exceeds 10% at ten years [3] [4] [5] .
The pathogenesis of AIH is not completely elucidated, but the hypothesis implies a genetic predisposition including in particular the genes of the major histocompatibility complex (HLA). For example, in North America and Europe, the HLA-DR3 and HLA-DR4 alleles would be a susceptibility factor. At the environmental level, an immune response to an external pathogen, drug or toxin trigger could erroneously target structurally similar internal components (mimicry, molecular). This breakdown of immune tolerance would then lead to an innate and acquired immune response that would self-sustain. In case of dysfunction of regulatory T cells, which inter alia prevent autoimmunity, the mechanism of destruction of hepatocytes may persist. The latter is mediated in AIH by cytotoxic T lymphocytes (CD8 + T), cytokines secreted by Th1 lymphocytes, monocytes, macrophages, NK lymphocytes and complement activation [6] [7] . The autoantibodies sought for AIH diagnosis does not seem to have a pathogenic role.
Autoimmune hepatitis is characterized by three elements: 1) a particular lesion, the interface hepatitis; 2) the absence of other causes of this lesion (viral hepatitis, drug hepatitis, Wilson's disease or alpha-1 antitrypsin deficiency and 3) signs of autoimmunity (autoantibodies or other autoimmune disorders). A complex international score was established by the International Autoimmune Hepatitis Group (IAHG) for a mainly academic purpose [8] . Recently a new approach, of simplified criteria, commonly use in clinical practice [9] 
Atypical Form of AIH
AIH is considered as a disorder with atypical clinical and histological features, based on the literature Caucasian woman has no exclusivity for autoimmune hepatitis, although she has long been considered the typical terrain. In addition, histological finding is characterized by a lesion in which interface hepatitis is not always present, or not the most being changes in the hepatocytes age had always been associated to AIH, specially over 40th and wish correspond to the peak if incidence. the other hand, demonstrated a higher rate of mortality and thus displayed the worst survival curve [16] .
Men are clearly less exposed to autoimmune hepatitis but they are not spared [17] [18] [19] .
It has been individualized a form where the initial lesions sit in the centrolobular region (necrosis with mononucleated inflammatory infiltrate, without steatohepatitis), while the interface hepatitis is absent or minimal. Lesions around the periportal region appear secondarily. This form responds well to immunosuppressive therapy [20] . Differential diagnosis of this form with an acute immune allergic hepatitis is difficult.
Overall Syndrome
Autoimmune hepatitis has multiple overlap syndromes differential diagnosis of 
Laboratory Examinations
Laboratory tests often show a significant increase in transaminases (AST, ALT).
Bilirubin and alkaline phosphatase are usually normal or slightly increased.14 Otherwise, an overlap syndrome with PBC or PSC should be sought. An elevation of gamma globulins was found in 90% of cases, with IgG at 1.5 -3 times the norm in 85% of patients with HAI. Gamma-globulin elevation is found in all chronic liver diseases, but most often at lower rates only in the AIH. The mechanism involves a reduction in clearance by Kupffer cells of antigens delivered by the portal venous system, resulting in increased exposure in the systemic circulation and antibody production sites. As a result, the increase in IgG is rather a consequence of liver disease rather than the reverse.
Immunological Markers
The immunological markers make it possible both to specify the diagnosis and to evaluate the prognosis to a certain extent. Moreover, in 10% to 25% of cases, patients with AIH have low or undetectable levels of autoantibodies. to be validated prospectively, it has advantage, thanks to its simplicity, to be more adapted to the screening performed by the practitioner (Table 1) . Its sensitivity would be greater than 85% and its specificity of 95%, which makes it especially a good tool of exclusion. In clinical practice, in some uncertain cases, the response to a short-term corticosteroids may be helpful in the development of the diagnosis [2] .
Liver Biopsy
The histological aspect of AIH is that of chronic hepatitis with some characteristic signs that can help the diagnosis, but are not completely specific. It is most often the combination of portal and periportal inflammation (typically predominantly plasma cell) associated interface hepatitis, rosette formation, emperipolesis. There is usually no damage to the bile ducts. The latter would rather suggest a syndrome of overlap with the PBC or the PSC.
Compound of portal and periportal infiltrates lymphocytes, macrophages and plasma cells associated with an interface hepatitis, typical of autoimmune hepatitis.
Treatment
The prognosis of untreated AIH is relatively poor. In contrast, immunosuppressive therapy is effective in 65% to 80% of cases [7] . 
Corticosteroide and Immunosoppressive
The recommended treatment is to combine average doses of corticosteroids (prednisone or prednisolone 30 mg/day) with azathioprine (1 mg/kg/day). These doses can be doubled in case of resistance to treatment. Corticosteroids can then be steadily stopped over approximately two months, depending on the course.
Autoantibody levels should not be used to evaluate the response to treatment. In non-cirrhotic patients and with significant corticosteroid-related adverse events, 
Follow-Up and Duration of Treatment
The monitoring, conducted jointly by immunologists and hepatologists, is based on the clinical and biological response using transaminases and IgG. A biological and histological remission is rarely reached before twelve months. Therefore, the duration of treatment is at least two years, clinician recommend liver biopsy before thinking of stopping the treatment, however liver biopsy can still present interface hepatitis, even after the normalization of transaminases and IgG, which requires further treatment. Knowing that the Most patients re-offend in the months following a therapeutic interruption, cases should be evaluated in case the potential risks/benefits to continue low-dose treatment, which is often enough to control the disease. In pediatric cases, it is reasonable to continue long-term therapy [2] .
Associated Treatments
Vaccination against hepatitis A and B is recommended before initiating immunosuppressive therapy. Because of corticosteroids, ophthalmologic monitoring is indicated, as well as prophylaxis of corticosteroid-induced osteoporosis with calcium, vitamin D and possibly bisphosphonates [3] .
Transplantation
Patients presenting with fulminant hepatitis, threatening survival, should be referred to a specialized center for potential liver transplantation, which may be indicated according to the same criteria as for other hepatopathies. Surprisingly, a recurrence rate of AIH is observed in 10% to 35% of transplant recipients, de-Open Journal of Gastroenterology spite the immunosuppressive treatment. AIH in transplant patients have also been described. 5, 6 However, AIH remains an excellent indication for transplantation with survival rates of 90% at five years and 75% at ten years of age [26] .
Relative Indications: Need Not Be Treated?
In These definitions are based on the very good relationship between lesions of lobular and periportal necrosis or inflammation and transaminases on the one hand, [22] [23], the overall evolution of the disease, on the other hand [24] [25] [26]. These definitions therefore tend to replace the histological criteria of response, but also the biochemical criteria used in the Mayo Clinic studies. (AST <2x ULN for remission and AST >3x ULN for relapse).
Complications
Like portal hypertension and cellular insufficiency, hepatocellular carcinoma is a Open Journal of Gastroenterology potential complication of HAI in the cirrhosis stage. Therefore, a liver ultrasound screening is recommended every six months [2] .
Conclusion
Autoimmune hepatitis is a rare disease; the etiopathogenesis is not yet elucidated. Although treatment has changed little in recent years, recent diagnostic advances make it easier to screen for this disease. Future randomized studies with new immunosuppressive and biologic therapies should provide better management of patients, especially in cases of resistance, contraindication or intolerance to corticosteroids or azathioprine. It is therefore recommended to refer these patients to a center specialized for joint management by immunologists and hepatologists.
Practical Implications
Autoimmune hepatitis is more prevalent among young women, but can affect all ethnicities, all ages, and both sexes
The signs and symptoms are not very specific and a third of the patients are asymptomatic. Unfortunately, this contributes to a late discovery of the disease, sometimes at the stage of cirrhosis  There are new simplified diagnostic scores that may be useful to the primary care physician  Autoimmune hepatitis may be associated with other systemic diseases that should also be investigated, such as colitis ulcerative, autoimmune thyroiditis, celiac disease and rheumatoid arthritis  Immunosuppressive therapies are often effective and frequently prevent progression to cirrhosis
